Contrast extravasation on computed tomography angiography (CTA) is rare but becoming more common, with increasing use of CTA for various cerebral vascular diseases. We report on two cases of spontaneous subarachnoid hemorrhage (SAH) in which the CTA showed a saccular lesion of the upper basilar trunk suggesting a ruptured aneurysm. However, no vascular lesion was observed on immediate subsequent digital subtraction angiography (DSA).
INTRODUCTION

Nontraumatic subarachnoid hemorrhage (SAH) is
caused by rupture of a cerebral aneurysm in 80-90% of patients. 4) Unfortunately, aneurysmal SAH has a high mortality rate of 45%. 
CASE REPORT
Case 1
A 66-year-old man was admitted to our hospital after sudden loss of consciousness. He had suffered from a severe headache for 2 hours before his admission. He had a five-year history of taking medication for angina.
On admission, he had a stuporous mental status. A pre-enhanced cranial CT showed acute diffuse SAH in the basal cistern (Fig. 1A) . The 3-dimensional CTA showed a saccular lesion arising from the upper basilar artery and projecting anteriorly (Fig. 1B) . DSA performed one and a half hours later showed no vascular abnormality (Fig. 1C) . A repeat DSA, performed on postbleed day 10, also showed no vascular abnormality.
The patient was treated conservatively and discharged after 30 days with no neurologic deficit. On follow-up at three months, the patient had no neurologic deficit, and follow up DSA also confirmed no vascular abnormality.
Case 2
A 55-year-old woman with a medical history of chronic viral hepatitis presented to our clinic after sudden onset of headache with vomiting. We found no neurologic deficit and her mentality was drowsy.
Her CT scan showed a diffuse SAH and mild hydrocephalus ( Fig and achieved decreased contrast inflow to the pseudoaneurysm (Fig. 5) . On follow-up at 11 months, the patient had no neurologic deficit, and she was able to live independently. Follow up DSA performed 11 months after hemorrhage confirmed no contrast stagnation no abnormal vascular legion (Fig. 6) .
DISCUSSION
In the current cases, we report on two patients with contrast extravasation from the basilar artery observed on CTA, but negative findings with immediate subsequent cerebral angiography. Reported incidence of patients with SAH of unknown etiology was approximately 10 to 30%. Recently, because it is less invasive and the procedure is easier to perform than DSA, CTA is useful for detection of intracranial aneurysms. Because contrast media for CTA is injected intravenously, it is less invasive than arterial injections required for DSA. In the second case, we found a small cylinder like vascular abnormality, which was confirmed by repeated DSA after rebleeding. The proposed mechanism of this case could be as follows. First bleeding was due to rupture of a small perforating vessel arising from the superior cerebellar artery and then spontaneous thrombosis occurred. Therefore, despite detection of a saccular lesion on initial CTA, we could not detect vascular abnormality on DSA. Subsequent rebleeding into the hematoma could cause pseudoaneurysm formation. Therefore we were able to detect contrast stagnation on repeated DSA. Flow diversion through double stents and temporary balloon occlusion could facilitate thrombosis within the pseudoaneurym.
Finally, we achieved complete occlusion of the pseudoaneurysm arising from the SCA.
CONCLUSION
We reported on two extremely rare cases involving patients who showed nonaneurysmal, angiogram-negative SAH in which supposed contrast extravasation on initial CTA mimicked a basilar artery trunk aneurysm.
Based on our experience, repeated DSA is mandatory when encountering a patient with extravasation on CTA with negative DSA findings and superselective microangiography could reduce false-negative finding and improve understanding of pathophysiology.
